Introduction
The precise diagnosis of the cause of coma in a young adult often presents considerable problems to the clinician. We describe here a case of carbon monoxide (CO) poisoning which took some time to elucidate and in whom an initial computed tomographic (CT) scan was normal. However, serial scanning proved to be particularly helpful in confirming the diagnosis.
Case history
A 24 year old male non-smoker had complained of throbbing frontal headache for two weeks, a symptom also experienced by his flatmate. He was subsequently found unrousable and had last been seen conscious 48 hours earlier. On admission to a local hospital he was in deep coma. Twelve hours later his neurological condition had not improved and he was transferred to the Institute of Neurological Sciences. On examination he was dehydrated, tachypnoeic, febrile (temperature 39°C), and had a tachycardia of 160/min. Blood pressure was 110/74mm Hg. Tense bullae were noted over the dorsal surfaces of both feet. He was comatose, did not respond to verbal commands and his eyes were closed. He made occasional incomprehensible sounds and flexed to pain in all four limbs. There was no neck stiffness. Pupils were equal in diameter, 5mm, and fully reactive to light. There was early right sided papilloedema. Occasional spontaneous conjugate lateral roving eye movements were seen and doll's eye movements were absent. The gag reflex was present. Muscle tone was increased in all limbs and all deep tendon reflexes were brisk. Plantar responses were extensor bilaterally. Frequent episodes of severe extensor spasms were observed, lasting up to one minute. A decerebrate posture was adopted intermittently.
Investigations The classical structural damage produced in the brain by CO is diffuse hypoxic injury with selectively severe involvement of the pallidum.13 Pallidal changes were present in our case, but there was no evidence of diffuse hypoxic damage. This may be due to the fact that exposure to CO was prolonged and that it was probably in low concentration. Other types of damage have been described including the delayed type of demyelination and generalized destruction of myelinated fibres.14 The latter, the most striking feature in the present case, appears to be a relatively uncommon type of structural damage that is not delayed but occurs as a direct effect of intoxication. This seemingly contradicts the view that CO cannot produce effects by a direct cellular action. 3 Treatment of CO poisoning consists of giving high concentration 02 by face mask or, if available, exposure to hyperbaric 02 in a pressure chamber.'5 Fluid and electrolyte balance should be controlled carefully. More recently it has been recommended that severe cases should be given early treatment with steroids and diuretics to prevent the development of cerebral oedema. '6 
